When we consider the effects of acute occlusion of the smaller vessels supplying the bowel we are on surer ground, because this lesion causes a structural defect which can be studied by ordinary methods, but at the same time is not usually fatal. It has long been known that arterial insufficiency to a short length of bowel produces a characteristic picture of mucosal destruction and fibrosis, but it is only recently that clinicians and pathologists have begun to separate these lesions from the ragbag of 'non-specific' enteritis and colitis. We can again learn from the cardiologists. Sudden death of a portion of myocardium is explicable only on grounds of ischaemia. The inflammatory reaction is slight because the human heart is sterile. But sudden death of part of the gastrointestinal tract is immediately followed by bacterial invasion, and for this reason, although intestinal infarcts may for all we know be as common as infarcts of cardiac muscle, they are usually interpreted as specific infections, and the unique capacity of the healthy intestinal mucosa to resist bacterial challenge is forgotten. There are of course certain organisms which have been evolutionarily selected to survive in the presence of gastric acid, bile, and lysozyme, and cause bowel illnesses which are epidemiologically recognizable, but an inflammatory reaction in the bowel, with or without bacterial invasion, that is not reliably connected with such an organism, should prompt the question of why it has occurred. Certain patterns of illness, such as Crohn's disease and proctocolitis, are definable in terms of their natural history and morphology. We accept these as diagnoses, when they are in fact descriptive definitions, and hence must be very critical of the case of 'atypical' Crohn's disease or colitis. Of the various factors which can affect mucosal resistance to bacteria, an obvious one is ischaemia, and it is now clear that many bowel lesions which have baffled us in the past are in fact examples of the infected infarct, the end-product of which, clinically and pathologically, reflects the interplay of variations in blood supply and intraluminal flora.22 These infarcts are, predictably, more common in the colon than in the small bowel, because of the pattern of arterial supply and bacterial population, and the syndrome of 'ischaemic colitis' is well established23 while ischaemic destruction of small intestinal segments is less well understood except in the purely mechanical case of strangulation. It is ironic that the introduction of the enteric-coated potassium tablet should have drawn attention to what may be a common form of illness in our atherosclerotic society24'25626. Of great interest is the fact that the clinical and pathological picture of infarction can occur without a major artery being demonstrably blocked, particularly in such conditions as rheumatoid and polyarteritis, which is a reminder of how little is known of the physiological control of the small vessels of the bowel. This is one of the growing points of gastroenterology and will preoccupy us for some time to come.
